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[Abstract]  Malignant peritoneal ascites (MPE) is the pathological accumulation of malignant peri-
toneal fluid in the peritoneal cavity caused by local invasion or metastasis of malignant tumors, which often
indicates that malignant tumors are recurrent or advanced with poor prognosis.The formation mechanism of
MPE varies with the location of primary tumor.The mechanism of MPE induced by peritoneal metastasis is
related to the characteristics of peritoneal structure and the synergistic participation of various proteases,
adhesion molecules, cytokines and angiogenesis factors.At present, MPE can be treated by systemic
chemotherapy, local treatment, systemic chemotherapy combined with local treatment and other treatment

methods.This article reviews the mechanism of peritoneal effusion formation, especially peritoneal metastasis,
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and discusses the progress of MPE therapy.
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